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Foundation helped to ensure the continued study and docu-
mentation of the possible role of streptococci in rheumatology.
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112 units. SGOT 79 units. Blood urea 106 mg./lOO ml.
Serum electrolytes: serum sodium 125 mEq. I., serum potas-
sium 3 mEq./I., serum chloride 98 mEq./I., serum bicarbonate
30·3 mEq./1.
X-ray of the chest showed diffuse calcific foci throughout
the lung fields with fibrosis, especially at the <.pices and a large
bullae at the right apex.
There were no acid-fast bacilli present in the sputum and
the blood Wassermann reaction was negative.
In view of the association of jaundice, purpura, and
polymorphonuclear leucocytosis, leptospirosis was
suspected on admission. On 30 September 1965, leptospiral
agglutination titre was 1/10,000 for Leptospira icterohae-
morrhagica. Urine microscopy and guinea-pig inoculation
were negative.
Management
Initially, he was managed with the regime for livt:r
failure, namely oral eomycin and no proteins in the did.
The following day, he was mentally much better and the'
purpura was fading. Blood urea fell to 23 mg./IOO m\.
on 4 October and remained normal thereafter. Neomycin
was discontinued and he was given a normal diet.
The blood agglutination titre for leptospirosis was
repeated on 19 October and had risen to a titre of
1: 200,000. Urine microscopy and guinea-pig inoculation
were negative.
On 26 October the CSF agglutination titre was 1: 300.
The patient continued to improve clinically and the
serum bilirubin decreased, with slight fluctuations (Table
I).
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50 little is known of the aetiology of 5LE that it is worth
drawing attention to a possible initiating factor in a particular
case.
The suggestion is not merely of theoretic interest, but has
practical therapeutic implications. Oral phenoxymethyl penicil-
lin therapy is being continued as attempted prophylaxis against
recurrences of streptococcal pharyngitis. It is hoped that this
may improve the prognosis in this particular case of SLE.
We wish to thank the Medical Superintendent, Somerset
Hospital, for permission to publish this case report; Dr. R. L.
Peters for referring the patient to medical outpatient depart-
ment and for his clinical observations; the Chemical Pathology
and Bacteriology Laboratories, UCT: the Haematology Labo-
ratory, Groote Schuur Hospital: and Dr. E. Dowdle for the
stimulus of his consultation in the management of this patient.
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Special InveSTigaTions
The urine contained bilirubin but at no stage was proteinuria
present. Hb. 9 G/lOO m!.: WBC 20,OOO/cu.mm.: neutrophils
76°~, lymphocytes J6°~: ESR 90 mm. in the first hour
(Westergren). Blood smear-red blood cells were hypochromic,
white blood cells were norma!. Platelet count 144,OOO/cu.mm.
Prothrombin index 95%.
Serum bilirubin: total 24·0 mg. / 100 m!., conjugated bili-
rubin ]7·8 mg. /100 m!. Serum albumin 3-4 G /100 m!., serum
globulin 4·1 G /100 m!. Alkaline phosphatase 7 units. Thymol
turbidity 24·0 units. Zinc turbidity 12 units. Serum amylase
Thi case is presented because reports of leptospirosis
diagnose:! in life are very rare in South Africa.'"
CASE REPORT
A 53-year-old Coloured male was admitted to Somerset
Hospital on 29 September 1965. His occupation until 1950
(not since) was as a labourer in the docks, cleaning the
boilers in the tug-boats. In 1950, he developed bilateral
pulmonary tuberculosis and was in a tuberculosis hospital
for I year, and received antituberculous therapy for a
period of I year and 9 months. Six months after leaving
hospital he developed a sudden right hemiparesis. Until
this present illness, he was walking about at home and in
the immediate vicinity. He is of poor social background,
with a history of excess alcohol consumption.
Present Illness
This commenced suddenly on 20 September 1965. He
became anorexic and a companion noticed that he had a
yellow discoloration of his eyes for the past week. He did
not observe any dark urine or change in the colour of his
stools; however, he is a very poor witness. No therapy
was administered either before or during his present
illness. There was no history of headaches.
Examination on Admission
He was drowsy, deeply jaundiced, apyrexial, and had
generalized purpura.
There were no other abnormalities apart from pallor,
clubbing of the fingers, long-standing right spastic hemi-
paresis, and diminished movement of the right side of the
chest with crepitations. There was no hepatomegaly.
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An intercurrent pneumococcal bronchitis which deve-
loped on 7 October 1965, responded to cloxacillin.
The anaemia was investigated. Serum iron 31·5 ,ug./IOO
ml.; total iron-binding capacity 314·5 flg./IOO ml.; per-
centage saturation 100 0. Serum folate 3·3 mflg. by L. casei
assay; serum B" 2,024 IUflg./ml. by Englena assay; occult
blood negative.
Barium meal and barium enema were normal. The
xylose excretion test was low, 2 G in a 5-hour specimen
of urine. The cause of the anaemia was probably nutri-
tional, either owing to deficient intake and/ or malabsorp-
tion. It was corrected with intramuscular iron and oral
folic acid. The patient was discharged well on 19 Novem-
ber 1965.
The public health authorities carried out investigations
in the vicinity of his home, but no rats were found.
DISCUSSION
This is one of the few cases of leptospirosis diagnosed
during life. in South Africa. It is of note that the patient
had no headache, and no conjunctivitis. The fluctuations
in the bilirubin have been noted in other cases in the
literature.' The exact significance of this is not clear. The
patient made a fairly rapid, spontaneous recovery without
any specific therapy.
CONCL SIO'
A case of Leprospirosis icrerohaemorrhagica in Cape Town is
described. Although the organism was not isolated, the titre
of 1/10,000 rising to 1/200,000 is diagnostic. The patient
recovered without any systemic antibiotic therapy.
We wish to thank the Medical Superintendent, Somerset
Hospital, for permission to publish; the Pathology Department.
University of Cape Town, for the bacteriological and bio-
chemical investigations: and the MOH. City of Cape Town.
for his report on the home environment.
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INMEMORIAM
DAVID PIETER MARAIS, M.B., Ch.B., M.D. (Edin.), F.R.CP. (Edin.)
Dr. T. Shadick Higgins, oj Cape Town, wrires:
Dr. D. P. Marais, who died on 6 August 1966 at the age
of 85. was born in Stellenbosch on 4 December 1880. He was
The eldest son of Prof. Johannes lzak Marais, who held the
Chair of Theology at the Theo-
logical Seminary, Stellenbosch,
from 1877 until his death in
1919 and was Chairman of
Council of Stellenbosch College
(which was renamed Victoria
College in 1887) from 1882
until 1912. He remained a mem-
ber of Council until 1918. In
that year the College was con-
stituted the University of Ste\-
lenbosch, and Prof. J.'I. Marais
was appointed the first Chan-
cellor of the University, hold-
ing that position until his death
16 months later.
On his mother's side Dr. D.
P. Marais was a member of one
of the oldest medical families of
South Africa. His grandfather,
Dr. Olof Godlieb de Wet Fehr- Dr. Marais
sen, M.D. (Edin.), M.R.CS.E.
was born in Cape Town Castle in 1816 and lived to the age
of 82. He practised in the Cape Colony from 1841 to 1860
and there are still descendants of his practising medicine in
South Africa.
After preliminary studies at Stellenbosch University. Davicl
entered lhe University of Edinburgh, where he graduated
in 1904 and proceeded M.D. in 1906. He also passed as
M.R.C.P.E. and was elected ER.CP.E. in 1930. He later
studied at Vienna and the Johns Hopkins Hospital, Baltimore.
In Edinburgh he came under the influence of Sir Robert
Philip, of tuberculosis dispensary fame.
Returning to the Cape, David worked for a time at Wor-
cester and in 1909 set up in Cape Town, where he practised
for half a century as a consulting physician. He was visiting
physician at the New Somerset Hospital and after the univer-
sity hospital was transferred, at Groote Schuur Hospital. He
held the position of senior lecturer in clinical medicine at the
University of Cape Town.
Throughout his life he was an active member of the Medi-
cal Association of South Africa. He was PreSIdent of the
Cape Western Branch in the year 1921 and in 1955 was
awarded the Association bronze medal for distinguished ser-
vices to the medical profession. He was also a Fellow of the
American College of Chest Physicians and was their Associate
Editor in South Africa for many years.
David Marais was greatly gifted. He had a delightful turn
of humour with which both in his conversation and in his
more formal utterances he was wont to spice his wisdom and
wealth of learning. He not only lectured well, but was a
delightful impromptu speaker. He suffered more severe illnesses
than fall to most men's lot, but until the end he seemed to
take them in his stride and showed an extraordinary resilience.
He was of most optimistic temperament and his patients
would often attribute their recovery to the encouragement he
gave them.
He practised as a specialist physician in all branches of
m<:dicine, but was particularly interested in tuberculosis and
diseases of the chest. He entered medicine at a time when
the ravages of tuberculosis were largely unchecked, and he
then dedicated himself to public work for the combating of
this illness. It is chiefly on this account that D. P. Marais
will take his place in the history of his country and generation.
He had hardly qualified in medicine when we find him publicly
urging that an association should be formed at the Cape to
combat consumption and a sanatorium established for the
treatment of patients. As a result of this campaigning by
Marais and other enlightened enthusiasts the Association for
the Prevention of Tuberculosis was incorporated in Cape
Town. It was the first voluntary body in South Africa to con-
cern itself with this menace. Marais was its honorary secre-
tary in 1910 and from 1913 to 1925 its chairman.
The fight for a sanatorium was also crowned with success.
With the financial impetus of a generous gift by Mr. John
Garlick, ex-Mayor of Cape Town, the sanatorium at Te1s-
poort, CP, was built as a Government institution for cases
sent by local authorities and was brought into use about 1925.
In the meantime municipal clinics, a home-visiting service.
and hospital beds had been established in Cape Town for
tuberculosis by Dr. A. Jasper Anderson, Medical Officer of
Health. These were the early steps taken in South Africa to-
wards an adequate preventive service for the combating of
tuberculosis.
In 1936 the 'Association' was merged into the Cape Pro-
vince Tuberculo is Council; and this, in 1947 became a foun-
